A 38-year-old male with a history of colonic interposition for esophageal atresia as an infant presented with dysphagia and abdominal pain. On the basis of endoscopy findings, pathology, and response to therapy, he was found to have ulcerative colitis of the colonic conduit.
Esophagogastroduodenoscopy (EGD) showed that the 7-cm segment of native esophagus appeared normal. The esophagocolonic anastomosis was at 25 cm and appeared circumferentially ulcerated and severely strictured. The colonic conduit was diffusely erythematous with overlaying exudate, mucus, and regions of severe ulceration ( Figure 1 ). A cologastric anastomosis at 35 cm appeared normal. The stomach and duodenum appeared normal. The esophagocolonic anastomotic stricture was dilated using controlled radial expansion balloon dilation to 10 mm. Biopsies from the colonic conduit showed colonic mucosa with architectural disarray with crypt distortion, paneth cell metaplasia, acute and chronic inflammatory exudate, and granulation tissue, suggestive of inflammatory bowel disease. Infectious workup including aspirate from colonic conduit for bacterial pathogens (Salmonella, Shigella, Campylobacter, Aeromonas, Plesiomononas, and Clostridium difficile) and biopsy for the herpes simplex virus were negative. Computed tomography angiography did not show vascular stenosis or signs of ischemia in colonic conduit.
The patient was started on oral balsalazide (4.8 g daily), pantoprazole (40 mg daily), and sucralfate (1 mg twice daily). The patient showed some improvement in symptoms, but the symptoms recurred after 2 weeks, at which time budesonide (9 mg daily) was started. With symptoms persisting over the next 3 weeks, the medication was changed to prednisone (40 mg daily) for 2 weeks. The patient's symptoms responded well and resolved in 2 weeks. Follow-up EGD 2 months after diagnosis revealed remarkable improvement in mucosal ulceration and inflammation of the colonic conduit ( Figure 2 ). Colonoscopy performed at the same time showed improved right-sided colonic ulceration and normal terminal ileum. After resolution of symptoms, the patient was lost to followup as he did not show up for his appointments.
DISCUSSION
While the etiology of inflammatory bowel disease is not known, it is thought to arise in part from the combination of exposure to infection or toxins and the genetic susceptibility of the host, combined with defective downregulation of the inflammatory process with subsequent tissue destruction and fibrosis. 8 In this case, the combined endoscopic and histologic findings of both the colonic conduit and remnant colon, and the exclusion of other causes, were used to determine inflammatory bowel disease to be the most probable diagnosis. Other possible causes of isolated colonic conduit inflammation, as discussed above, include ischemia, graft necrosis, infections, diverticular disease-related inflammation, and gastric acid reflux-induced inflammation. Concomitant inflammation of colonic conduit and remnant colon narrows the differential to concomitant infections and systemic diseases like inflammatory bowel disease or vasculitis.
In this case, features favoring diagnosis of Crohn's disease include focal right-sided colonic ulcerations with preservation of transverse and descending colon. While Crohn's disease is also a possibility, ulcerative colitis was considered to be more likely than Crohn's disease given the lack of extracolonic findings (considering colonic conduit is still colonic tissue histologically with normal rest of the upper gastrointestinal tract on EGD and normal ileum on colonoscopy), the endoscopic appearance of the ulcerations, and the lack of granulomas with normal muscularis mucosa on histology. There have been case reports of ulcerative colitis developing in colonic transpositions for vaginal reconstruction, [9] [10] [11] but to the authors' knowledge, there has been no published literature on inflammatory bowel disease in colonic conduits for esophageal atresia. 
